Erythropoietin, the hormone responsible for stimulating erythrocyte production, was shown to increase significantly in the serum of mice during virulent malaria infection. Although erythropoiesis was enhanced, it did not keep pace with the rate of erythocyte destruction; hence all Plasmodium berghei-infected mice quickly succumbed to the deleterious consequences of severe uncompensated hemolytic anemia. Since this apparently inadequate rate of erythropoiesis is not attributed to impaired erythropoietin generation, mechanisms relating to (i) hemopoietic stem-cell resistance to endogenous erythropoietin, (ii) deficits in numbers of hemopoietic stem cells, and/or (iii) ineffective erythropoiesis are of interest.
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Anemia is a major consequence in the pathology of malaria, as observed in humans (6, 12, 22) and in rodents (5, 19, 27) . Anemia associated with malarial infection is attributed to the destruction of parasitized erythrocytes as a consequence of parasitic schizogony, and to the elimination of parasitized and nonparasitized erythocytes in concert with immune and phagocytic mechanisms (20, 25, 26, 30) . However, since the maintenance of normal circulating erythrocyte values in mammals is governed by the precise homeostatic balance between erythropoiesis and erythrocyte destruction (11, 24) , it is conceivable that depressed and/or enhanced but inadequate rates of erythropoiesis may likewise be a contributing factor in the anemia of malarial infection. Suggestive evidence for the former possibility derives from studies which show that humans, during acute primary Plasmodium vivax and Plasmodium falciparum infection have decreased numbers of marrow erythroid precursors (21, 24) and an impairment on the part of these cells to incorporate radioiron in vitro (23) . Conversely, although it has been shown that erythropoiesis in rodents is enhanced in medullary (4) and ectopic (18) (13, 14) , a situation which may exist during the terminal stages of malaria infection. Although we showed that the endogenous levels of serum EP are elevated in malariainfected mice, it is conceivable that even higher levels could perhaps further enhance erythropoiesis. In this regard, it has previously been shown (1, 7) that human suffering from certain types of anemia are capable of responding erythropoietically if their already high endogenous levels of EP are elevated even further. Accordingly, it would appear that the hemopoi- 
